Rhesus haemolytic disease is no longer the commonest cause of hydrops fetalis in the United Kingdom. Increasing attention is now focused on the miscellaneous group of non-haemolytic hydrops fetalis in which the prognosis remains very poor. We describe the outcome in 27 in-born infants with severe nonhaemolytic fetal hydrops and, in the light of the findings in these infants and in other published reports, suggest how antenatal investigation could be used to identify infants with this disorder who are likely to be born alive and to survive. Patients and methods In this report, hydrops fetalis was defined as severe when clinical or ultrasound examination of the fetus showed generalised oedema of greater than 5 mm thickness and ascites, with or without other serous effusions. Between January 1976 and March 1983 in this hospital 27 infants with severe non-rhesus hydrops were born after 28 weeks' gestation, out of 37 866 total births at 28 weeks' gestation or more (an incidence of 1/1400). Fourteen In 23 babies, a factor that could be aetiologically associated with the hydropic state was identified: of the four unexplained cases, only one was live born. In 6 babies (cases 4, 5, 13, 15, 20, and 22) major structural defects of the heart and great vessels were found at necropsy, three of these being a manifestation of the asplenia syndrome. In four other babies cardiac abnormalities were found: case 11 had endocardial fibroelastosis with hepatic necrosis and fibrosis, case 19 had an anatomically normal heart but conduction system anomalies were shown histologically, case 25 had rhabdomyomata arising from the left ventricular myocardium, and case 24 had histological evidence of myocarditis.
Cases 8 and 12 were siblings; both had cardiac enlargement with biventricular hypertrophy and calcification of both systemic and pulmonary arteries in association with arterial elastic tissue. Three babies (cases 7, 10, and 21) had fetal vascular malformations and in case 3, who was found to be severely hydropic in utero at 30 weeks' gestation, a placental anomaly was identified in ultrasound examination and thought to be a placental angioma. This became smaller during the ensuing 7 weeks with progressive resolution of fetal hydrops seen on serial ultrasound examination. The baby was delivered after spontaneous labour at 37 weeks and suffered transient tachypnoea with cyanosis thought to be due to persistent pulmonary hypertension. Recovery was complete, however, and the infant remains well. The presence of a placental angioma was confirmed after birth.
Three babies had diaphragmatic hernias (cases 9, 17, and 27), two of these were right side lesions. One stillborn infant (case 23) had an adenomatoid malformation affecting the right upper lobe of the lung. Case 14 had bilateral renal dysplasia and urethral obstruction. A total of five babies had defects associated with severe hypoplasia ofone or both lungs.
Case 1 was the first of twins. He had a packed cell volume (PCV) at birth of 37 % and haemoglobin of 12. 1 g/l (his twin had a PCV of 45 %). At birth his respiratory efforts were weak and gasping, the umbilical arterial blood pH was 7.05, he required ventilatory assistance for 18 hours, but recovered completely. Case 2 had fetal tachycardia in association with severe hydrops diagnosed at 36 weeks' gestation. The mother was given digitalis, the fetal heart rhythm returned to normal, the hydrops resolved, and the baby was born a week later with mild oedema only.
Discussion
The decreasing incidence of rhesus haemolytic disease coupled with increased use of high resolution ultrasound equipment in obstetric departments has resulted in an increase in the antenatal recognition of non-immunological hydrops. Published reports on non-haemolytic hydrops fetalis usually conclude with a plea for better diagnosis, early intervention, and active neonatal care,2-4 although some disagree. 5 The experience of Etches and Lemons2 is widely quoted in support of active management, but their study did not take into account the variation in the severity of hydrops. According to our descriptive criteria only 6 Although the number ofpathological abnormalities associated with fetal hydrops is large,7 the mechanism of non-immunological hydrops fetalis remains obscure as indeed does fetal and neonatal oedema in general.8 In 22 of our 27 babies there were abnormalities that might have produced intrauterine heart failure: complex cardiac defects (cases 4 
